We present draft genome sequences of 10 Helicobacter pylori clinical strains isolated from children. This will be important for future studies of comparative genomics in order to better understand the virulence determinants underlying peptic ulcer disease.
ong-term infection with Helicobacter pylori is the main cause of peptic ulcer disease (PUD), the most common severe condition associated with this bacterium. It affects 15-20% of infected adults, causing them considerable morbidity and mortality (1) . Considering the high prevalence rates of infection worldwide, PUD is a major public health problem with high annual costs of treatment. In children with no other etiology for the disease, this rare event occurs shortly after infection and is thus a good model for the search of virulence biomarkers.
In this study, 10 strains were isolated from antral biopsies collected from Portuguese children with ages ranging from 7 to 15 years. Five specimens were obtained from nonulcer dyspepsia cases, while the remaining five were isolated from children exhibiting gastric or duodenal ulceration (Table 1) . Briefly, biopsies were ground with a tissue homogenizer and inoculated onto both non-and selective media at 37°C under a microaerobic environment, for up to 14 days of incubation. H. pylori identification was performed according to conventional tests: colony and Gram stain morphologies, catalase, oxidase, and hydrolysis of urea. For each strain, total DNA was extracted using the QIAmp DNA minikit according to the manufacturer's instructions. After fragmentation, dual-indexed Illumina libraries of genomic DNA were prepared with the Nextera XT Index kit and then subjected to cluster generation and paired-end sequencing (2 ϫ 250 bp or 2 ϫ 300 bp) on a MiSeq Illumina platform. The resulting mean depth of coverage ranged from 39-to 156-fold (Table 1) . After trimming with the FASTX tool (http://hannonlab.cshl.edu/fastx_toolkit), high-quality reads were de novo assembled using Velvet version 1/2/10 (2). Contigs were visually inspected with the Tablet version 1.14.04.10 graphical viewer (3) and properly corrected. Annotation was performed using the RAST server (4) and the NCBI Prokaryotic Genomes Annotation Pipeline version 2.3. Putative plasmids were identified by checking contigs Ͼ1,000 bp with high depth of coverage and evidence of circularity. Search for putative prophages was performed using the PHAge Search Tool (PHAST) (5) .
Overall, the draft genomes of the 10 H. pylori strains varied from In order to better understand the genetic diversity among H. pylori strains that cause peptic ulcer disease in children, an in-depth comparative analysis between these ulcerogenic and nonulcerogenic draft genomes is under way and will be published in a subsequent report.
Nucleotide sequence accession numbers. The draft genome sequences of each H. pylori strain were deposited in GenBank under the accession numbers listed in Table 1 .
